Reply
We welcome comments from the vascular community about our recently published article on the comparative performance of saphenous vein, PTFE, and HUV bypasses that were implanted between 1983 and 1988 and followed until October 1991. 1 Dr Dardik is correct that the HUV bypasses were provided by Meadox and not by BioVascular. We apologize for the incorrect citation of his 1988 article (wrong year but correct volume of Journal of Vascular Surgery).
We concur with Dr Mill's 2 and Dr Dardik's comments that the Burger report 3 has inadequate "power" and inappropriately suggests a similar vein and PTFE bypass performance (P = .065) at 104 weeks' follow-up (81% primary patency for vein as compared with 67% for PTFE). Note that in our report, 1 the 2-year assisted primary patency was 80.7% in the vein group as compared with 69.4% in the PTFE group, results that were very similar to those of Burger but with more patients and longer follow up were significantly different (P = .03).
The major question raised by Dr Dardik's letter is whether a new but similar randomized study needs to be performed in the 21st century with special postoperative duplex surveillance for patency and aneurysmal formation. I certainly endorse such an
Regarding "Ambulatory venous pressure revisited"
To the Editors: I would like to comment on the paper by P. Neglen and S. Raju, "Ambulatory venous pressure revisited," published in June 2000 in your journal (J Vasc Surg 2000;31:1206-13).
Neglen and Raju simultaneously measured ambulatory venous pressure in the popliteal and dorsal foot veins. They stated that the pressure drop in the dorsal foot vein was more marked than in the popliteal vein. They concluded that ambulatory dorsal venous pressure was not always accurate in detecting changes in the pressure of the tibial and popliteal veins. Although the behavior of the dorsal foot venous pressure may be normal, deep venous pressure may decrease to a lesser degree or even increase. Their statement merits some comment.
The measurements of Neglen and Raju showed, in reality, that a pressure difference occurred between the popliteal and the dorsal foot veins during activation of the muscle venous pump. Höjensgard and Stürup in 1952 1 and Arnoldi in 1966 2 first reported that the ambulatory pressure in the posterior tibial vein decreased considerably during ambulation, whereas it did not decline in the popliteal vein. They only noted this fact and did not point out its implication for the venous circulation of the lower extremity. In fact, the ambulatory pressure gradient occuring between the femoral/popliteal vein and the veins beneath the knee level plays an important role in the venous hemodynamics. This issue is discussed in my recent paper. 3 The pressure gradient explains why the blood flows downward in the insufficient saphenous vein and inward through the calf perforators during ambulation. 4 It explains, further, why the reflux can only take place in an insufficient vein connecting the femoral, popliteal, or iliac vein with one of the deep veins of the lower leg. Moreover, the pressure gradient may be the trigger factor initiating neovascularization. When high ligation of the saphenofemoral junction without stripping of the insufficient saphenous stem is performed, the insufficient saphenous trunk in the thigh remains patent in most cases. Venous pressure measurements have shown that the low ambulatory pressure extends from the deep veins of the lower leg into the blind saphenous trunk in the thigh. 3 This results in a pressure gradient between the femoral vein and the blind saphenous trunk and may initiate neovascularization, because the pressure gradient is an important hemodynamic impetus to the formation of collateral circulation.
Several authors have proved that the pressures in the superficial and deep veins of the lower leg are similar or almost identical. 1, 2, [5] [6] [7] These veins form conjoined vessels due to numerous communicating veins. The opinion expressed by Neglen and Raju that the pressure changes in the superficial veins do not reflect those in the deep veins of the lower leg is not substantiated. With regard to the previously mentioned ambulatory pressure gradient, it was not surprising that Neglen and Raju found an ambulatory pressure difference between the popliteal and dorsal foot veins.
Cestmir Recek, MD
Vienna, Austria
Reply
We have read with interest the comments of Dr Recek regarding our article "Ambulatory venous pressure revisited (J Vasc Surg 2000;31:1206-13). His comments include a criticism of our interpretation of the data as presented in the paper as well a synopsis of his own hypothesis regarding the origin of saphenous reflux and neovascularization. The latter subjects were not covered in our article, but we are able to respond to specific criticisms of the material presented in our manuscript.
The major thrust of his criticism appears to be that we have only described a "difference" in pressures between the dorsal vein and the popliteal vein, a fact already known (Höjensgard and Stürup 1952, Arnoldi 1966) , and thus nothing new. Dr Recek further asserts that, contrary to our interpretation, "several authors have proved that the pressures in the superficial and deep veins of the lower leg are similar or almost identical" because of equilibration from the presence of numerous communicating veins. This criticism appears to be based on an inaccurate and/or incomplete reading of our data (Table I, page 1209) and our interpretation of it, as detailed in the article. We identified three categories of patients in whom the popliteal pressure respectively decreased markedly (group A), decreased marginally (group B), and increased (Group C) in response to calf exercise. Yet in all three groups the dorsal vein pressure decreased markedly in simi-
